Mr H H G Eastcott said that he had had experience of 11 cases of this kind; 5 had been reported in 1962 (Eastcott, 1962 , Lancet ii, 1243 and all the others had also been reconstructed in various ways, including strip resection to reduce the artery to its correct size and grafting with dacron cloth tube or autogenous saphenous vein. This type of operation supplemented the removal of the cervical rib by restoring the main artery and removing the site of origin of further potential emboli.
Only one case of suspected cerebral embolism had been seen, not, as in Mr Davies's patient, due to cervical rib, but to a traumatic thrombosis of the middle portion of the subclavian from damage to an old fracture of the overlying clavicle. Creatinine clearance 24 ml/min. IVP (Fig 1) showed a small left kidney with cortical scarring, but the normal pelvicalyceal pattern was against a diagnosis of chronic pyelonephritis.
Mitral Stenosis
Aortogram (Fig 2) showed severe distal stenosis of the left main renal artery and widespread reduction of calibre of its intrarenal branches. Her mental state was impaired enough to prevent surgical intervention; treatment was begun with hypotensive drugs.
Over the next eight months her mental state improved but her blood pressure proved difficult to control with drugs. In May 1965 it was decided that a left nephrectomy was indicated for the hypertension. Left nephrectomy (Mr Neville Stidolph) was carried out uneventfully and the diagnosis of renal infarction was confirmed macroscopically and microscopically. The blood pressure did not show a sustained fall postoperatively and the patient is being maintained on digitalis and hypotensive drugs. 
Discussion
We think the evidence presented shows that hypertension was, in this case of mitral stenosis, consequent on renal embolism with infarction. We have found only very scanty references to similar cases in the literature. Fishberg (1942) reported two cases and Asher (1945) one case of mitral disease with renal infarction causing a rise in blood pressure, but hypertension was transient. Hailer et al (1957) reported a case of mitral stenosis with renal infarction causing hypertension within three months. Nephrectomy within a month of the rise in blood pressure led to a cure of the bypertension. This did not happen in our patient, presumably because of secondary arteriolar damage to the contralateral kidney.
The association between mitral stenosis and hypertension has been the subject of controversy for many years but the opinion has prevailed until now that there is no causal connexion between the two disorders.
However, a recent paper by Obeyesekere et al. (1965) , based on case records and necroscopy findings, showed that their patients with mitral stenosis had a mean diastolic pressure highsr than a normal population sample. The incidence of systemic hypertension was significantly greater in those patients who had atrial fibrillation compared to those who were in sinus rhythm. Ninetyseven per cent of their patients with renal infarcts at post-mortem had had atrial fibrillation during life. Case 1 G D, woman, aged 50 History: First seen in November 1963 because her doctor thought she was anemic. Three years previously she had attended the surgical department of another hospital because of anmmia and had had a hiemorrhoidectomy.
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It was difficult to obtain a satisfactory history because she appeared to be an immature woman who was uncommunicative and dependent upon her mother. For years she had been subject to attacks of diarrhoea; she was always liable to anaemia and for twelve months she had experienced increasing lassitude and pains in the thighs which made it difficult for her to get home from work. Her bowels were opened eight or nine times daily and her stools were watery and pale. She refused to be examined. Investigations: Hb 39%. ESR 5 mm in 1 hour (Westergren). PCV 28%. MCHC 20%. MCV 83 cu. p. Blood urea 26 mg/100 ml. Three stool examinations for occult blood: (1) trace, (2) positive, (3) negative. Barium meal and follow through showed clumping; fecal fats averaged 8*5 g per day. Serum calcium 8-4, phosphorus 2X9 mg/100 ml; alkaline phosphatase 26-1 K-A units/100 ml. Jejunal biopsy showed villous atrophy with chronic inflammation typical of gluten sensitivity enteropathy.
The patient was put on a gluten-free diet. All her symptoms have disappeared, her hemoglobin has risen to 86% and her weight has increased from8st3ilbto9st5lb.
Case 2 J D, woman, aged 80. Mother of Case 1 History: 1954: Referred because of pain in the neck; X-ray showed a cervical disc lesion at C4-7 and she was treated with physiotherapy. 1960: Attended Gastro-enterological Department because of epigastric pain. Barium meal showed a large gastric ulcer on the lesser curve, for which she was treated medically. The symptoms disappeared and a follow-up barium meal showed no evidence of ulceration. At that time her hiemoglobin was 69% with a normal film; after treatment it was 84%. December 1965: Admitted to the Gastro-enterological Department at the request of the Department of Physical Medicine because of three years' increasing backache. On clinical examination she was a thin, pale woman. X-ray of spine showed collapse of vertebre and appearances suggestive of osteoporosis. Investigations: Hb 65 %. PCV 32 %. MCHC 30%. ESR 10 mm in 1 hour (Westergren). Blood urea 39, serum calcium 9-5, phosphorus 3-3 mg/100 ml; alkaline phosphatase 40 K-A units. Bone marrow showed no megaloblastic change. Barium meal normal. Urinary calcium 6 mg/24 hours.
The history of backache, the raised alkaline phosphatase and the fact that her daughter was known to suffer from adult idiopathic steatorrhoea suggested that this woman might suffer from the same complaint. The fiecal fat was found to be 9 5 g per day; jejunal biopsy showed complete villous atrophy and changes characteristic of long-standing gluten sensitivity enteropathy.
She has been treated with a gluten-free diet and is improving. Comment: Had her gastric ulcer been treated surgically, her malabsorption would have been attributed to that.
Case 3 E S, woman, aged 25 History: 18.2.64: Admitted as an emergency because of anemia, lassitude and vomiting. The patient was twenty-three weeks pregnant; she had had 5 previous pregnancies but only one child had survived. She believed that two of her sisters and one cousin had been treated for c.eliac disease as children in Dublin. In view of the pregnancy no barium meal was done. Investigations: Hb 40%. MCV. 91-5 cu.p. Serum iron 196 pg/100 ml (on oral iron). Sternal marrow
